Fig. S2
. rtPCR analysis of 6 CAF isolates for transcript expression of VIM, CNN1, MYH11, ECAD, AR, FSP1, CXCL12, FAP and GAPDH. All showed expression except ECAD, which indicated a low and variable level of epithelia within our CAF cultures, consistent with published studies of CAFs. Total RNA was extracted using the RNeasy Mini (Qiagen, Crawley, UK) as per the manufacturer's instructions. RT-PCRs were performed using Superscript II RNase H -Reverse Transcriptase and Platinum Taq polymerase PCR kit (Invitrogen). Sample loading was verified by GAPDH expression. CAFs infected with GFP-LV (green) showed expression in approximately 80% of cells after 72 hours, while western blotting confirmed the expression of mDLK1 or SCUBE1-myc. CAFs were infected for 72 hours prior to collection of protein using radioimmunoprecipitation assay (RIPA) lysis buffer. Western blot analysis (Orr et al., 2009 ) was performed with 5-10 mg of protein extract and anti-Dlk1, anti-myc and anti-ß-tubulin antibodies (Santa Cruz Biotechnology). Membranes were scanned on a LI-COR (LI-COR Biosciences, Cambridge, UK). Antibody specificity was confirmed by the detection of only one band at the expected size. . Furthermore, patient response is unlikely to be 100% for any biological tumour intervention, and we suggest that our efficiency (4 out of 7) would be excellent if confirmed in larger patient numbers.
Fig. S5. Effects of expression of Dlk1 or SCUBE1 upon CAF growth in vitro. (A-E) MTS assay of BPH1 cells (A) and four CAF isolates infected with Dlk1-Lv or SCUBE1-Lv (B-E).
The lentiviral constructs had no statistically significant effect upon BPH1 or CAF proliferation in vitro. Increased proliferation has been described as leading to the conversion of normal fibroblasts into CAFs via direct or indirect mechanisms (He et al., 2007) , thus we looked for effects upon proliferation as a potential mechanism resulting in loss of CAF pro-tumourigenic activity. If reduced CAF proliferation was observed after infection with Dlk-1-Lv or SCUBE1-Lv, this might have been a potential mechanism for reducing CAF pro-tumourigenicity. 
